2-fold) in invasion when compared to control cells
). Cell-motility speed was measured by live-cell imaging of single cells migrating on tissue-culture plastic dishes. Overall cell speed was significantly affected by cortactin knockdown and overexpression (33% decrease and 36% increase compared with control pRS cells, respectively) ( Figure 1E , see Supplemental Movies in the Supplemental Data available with this article online). There was no difference in directional persistence of cell migration ( Figure S1 ). The knockdown phenotypes were rescued to 100% that of control cells for the transwell-migration and single-cell velocity assays and to 80% that of controls for transwell invasion by re-expression of full-length mouse cortactin ( Figures  1C-1E ). Figure 5C ). These data are consistent with preferential binding of cortactin to dynamic-actin filaments, with the highest apparent affinity for ADP-Pi filaments.
Cortactin Selectively Affects Lamellipodial Persistence

Cortactin Enhances In Vivo Production of Uncapped Barbed Ends of Actin Filaments
Interactions between Arp2/3, cortactin, and dynamic Table 1 ).
in free barbed ends we observed in lamellipodia. In this There is no significant change in the adhesion disasscenario, the cortactin activation boost would likely ocsembly rate ( Figure 7C , Table 1 der membrane-protrusion regimes [30] . Alternatively, complex motility-dependent processes, such as cancer metastasis, nerve growth cone pathfinding, and imthe rate of adhesion assembly could be secondary to lamellipodial persistence itself-e.g., lamellipodial inmune-cell chemotaxis. stability may generally decrease adhesion assembly
Experimental Procedures
rates. To our knowledge, this is the first description of a molecular event that affects the assembly rate of GFP-
Antibodies and Reagents
paxillin-labeled adhesions and should prompt studies 4F11 anti-cortactin antibody was previously described [38] 
